SUMMARY A 37-year-old man presented with an evolving inferior myocardial infarction. Coronary angiography performed within 3 hours after the onset of the pain showed spasm of the right coronary artery and the presence of intracoronary thrombi. After resolution of spasm and the disappearance of thrombi, angiography revealed nearly normal coronary arteries. An ergonovine test was positive when the patient was not taking medication and became negative when he was taking diltiazem. The course was uncomplicated, and after 9 months the patient is free of angina.
WHAT CAUSES myocardial infarction (MI) in patients with angiographically normal or nearly normal coronary arteries remains unclear. Some studies have suggested a role for coronary artery spasm,' but the importance of thrombosis has been better documented, since coronary angiography is performed within the first hours of acute MI.4 I We recently studied a patient with an acute MI associated with probable coronary artery spasm, coronary thrombosis and only slight irregularities of the coronary arterial tree.
Case Report A 37-year-old white man was admitted to the coronary care unit (CCU) for prolonged anginal chest pain. He had no history of hypertension, diabetes mellitus or lipid abnormalities, but had smoked 30 cigarettes daily for 20 years. He had a 1-year history of infrequent spontaneous and exertional substernal pain. At 11:30 a.m. on December 23, 1981, he experienced a severe typical anginal pain and was admitted to the CCU at 12:45 p.m. Physical examination was normal. The chest x-ray revealed a heart of normal size. Serum creatine kinase was 23 U (normal range 0-140 U/ml). Hemoglobin was 13.2 g. An ECG showed normal sinus rhythm and 0.2 mV of ST-segment elevation in leads III and VF ( fig. 1 ). An inferior myocardial infarction was suspected and the patient was considered for percutaneous transluminal coronary recanalization. were injected into the RCA, it might be suggested that this dosage induced the fall in BP; however, it seems more likely that this hypotension without transient tachycardia and preceded by bradycardia was vagally mediated, as suggested by the response to atropine. Such an effect seems to be unrelated to the dosage.7 It could be argued that cardiac massage might have fragmented the clot sufficiently for patency of the vessel to be reestablished; but in this case the coronary angiogram would probably have shown intracoronary thrombi more distally in the vessel and the cardiac massage was brief. Thus, it seems more likely that the mechanism of the reappearance of a forward flow in the RCA was coronary spasm relieved by intracoronary nitroglycerin. In addition, 2 weeks later the ergonovine test was positive in the inferior leads and it can be assumed8 that this resulted from right coronary spasm.
For decades, coronary thrombi were believed to be the sole precipitating factor of MI because they were found at necropsy in patients with fatal MI. In a recent necropsy study,9 thrombi were found in major coronary arteries already narrowed by atherosclerotic No 5, MAY 1983 hypothesize that in some cases, as in our patient, coronary spasm may have initiated the process that resulted in thrombotic occlusion of the coronary artery.
